Since the devastating mass mortality of seals in 1988, interest has focused on virus infections of marine mammals. Hitherto, little was known about the major pathogens of these often endangered species. Herpesvirus infections, among others, are considered to be widespread in pinnipeds; however, their role has not yet been fully evaluated.
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Terrestrial mammals, including man, are susceptible to indigenous herpesviruses or may be infected by viruses crossing the species barrier. These agents can cause severe disease, especially when immuno-compromising conditions occur. However, information is scarce regarding the significance of herpesvirus infections in marine mammals.
Herpesvirus infection in a pinniped was first recorded in 1985, when twenty-three harbour seal pups (Phoca vitulina Linnaeus, 1758) nursed in a Dutch seal orphanage all developed signs of acute disease (1, 6) . In the course of this outbreak, eleven of the animals died with symptoms of pneumonia. A previously unknown alphaherpesvirus, serologically related to feline herpesvirus 1 (FHV1) and canine herpesvirus 1, was identified as the aetiological agent and designated seal herpesvirus (SeHV) or phocid herpesvirus 1. In 1986, a herpesvirus was isolated from the lung of a captive California sea lion (Zalophus californianus) (5) . During the mass mortality of seals in 1988, SeHV was frequently isolated (2, 6, 8, 10) but was commonly regarded as being of minor importance. However, co-infection with SeHV and phocine distemper virus (PDV), as well as high titres of SeHV (>10 3 plaque-forming units per gram of organ, brain and lung) detected at post-mortem examination, indicated that SeHV played a considerable role in the mass mortality. This was supported by the fact that abortion in female animals was prominent, a phenomenon which is uncommon in morbillivirus infections, but which is indicative of infection with herpesviruses, such as infectious bovine rhinotracheitis (BHV1), Pseudorabies (SHV1), equine abortion (EHV1) and feline rhinotracheitis (FHV1). Transmission experiments performed on young harbour seals in 1988, using herpesvirus isolates from the ongoing epizootic, revealed a low pathogenicity for these animals (4). However, this does not necessarily prove the insignificance of SeHV infection for harbour seals, since the strain used may not have been identical to the virus which had been shown to be highly pathogenic earlier (7), or the harbour seal population may carry diverse herpesviruses of varying pathogenicity.
The results of investigations by the authors reveal a close relationship between SeHV and FHV1 on the antigenic and nucleic acid level (unpublished findings). To date, this study has included four SeHV isolates from different regions of the North Sea. Sera specific for SeHV and FHV1 showed strong cross reactivity in neutralisation tests and western blot antigen analysis. The similarity was striking with restriction enzyme analysis of the purified viral deoxyribonucleic acid (DNA) (Fig. 1) (9), thus indicating the presence of a serologically related virus in the Antarctic seal populations. Since no felids which could harbour herpesviruses are present in Antarctica, an evolutionary spread of SeHV can be presumed. However, other routes of infection may be possible, as Weddell's seals are occasionally seen off the shores of South America, South Africa, Australia and New Zealand.
The data reviewed in this paper suggest that herpesviruses should also be considered as important, widespread pathogens in seals, which may cause severe illness. Herpesviruses almost certainly contributed to the 1988 seal epidemic in a more prominent way than was recognised at the time. Neither PDV nor SeHV can be regarded as the primary cause of the epizootic. It seems more likely that immunosuppression as a result of long-term exposure to pollutants such as organochlorines increased susceptibility to virus infections, leading to higher seal mortality. 
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